2 Norton JA, Sigel B, Baker AR, et al. Localization of an occult insulinoma by intraoperative ultrasonography. Surgery 1985;97:381-4 3 Gorman B, Charboneau JW, James EM, et al. Benign pancreatic insulinoma: preoperative and intraoperative sonographic localization. Am J Roentgenol 1986;147: 929-34 4 Yamauchi H, Miyagowa K, Maeda M, Matsuno S, Sato T. Surgical management of insulinoma: diagnosis of tumour location and high incidence of malignancy. Jpn J Surg 1986;16:8-15 5 Telander RL, Charboneau JW, Haymond MW. Intraoperative ultrasonography of the pancreas in children.
Acalculous cholecystitis is an increasingly recognized disease'. Although the clinical features resemble those of calculous cholecystitis, the pathology and prognosis differ greatly. We report an unusual case and suggest that the term 'necrotizing cholecystitis' reflects more accurately the aggressive nature of this condition.
Case report
A 60-year-old man was admitted with a 12 hour history of severe, constant right upper quadrant pain associated with vomiting. He had never experienced a similar pain. In the past he had had ureteric colic and a myocardial infarction 4 and 17 years ago, respectively.
On examination he was apyrexial and not shocked. Abdominal examination elicited tenderness in the right upper quadrant and a positive Murphy's sign. There were no masses palpable, the remainder of the abdomen was soft and normal bowel sounds were present on auscultation. The white cell count was 14.1X 10 9 /l.
A clinical diagnosis of acute calculous cholecystitis was made and nonoperative management with intravenous fluids and a broad spectrum antibiotic commenced.
The following day the patient became pyrexial and abdominal examination revealed generalized tenderness and guarding. The white cell count had increased to 17.1 x10 9 /l, and ultrasound scanning revealed a dilated gallbladder, but no gall stones were seen. In view of the clinical deterioration, the patient underwent laparotomy.
At operation a dilated gallbladder with confluent patches of gangrene and a small perforation in Hartmann's pouch, producing biliary peritonitis, were found. Following decompression of the gallbladder, retrograde cholecystectomy was carried out. The operative specimen exhibited no gallstones, and sloughing of the mucosa. Histological examination showed full thickness necrosis and gangrene with the changes of acute inflammation within the gallbladder wall. The patient's recovery was uneventful and he was discharged on the 10th postoperative day.
Discussion
Acalculous cholecystitis is usually associated with major trauma or multiple operations within a short period of time. The clinical features resemble calculous cholecystitis yet differentiation between calculous and acalculousdisease is vital as nonoperative management of the latter can result in a mortality as great as 90%; early surgery reduces this figure to 18%2.
Preoperative diagnosis is difficult, 60% of cases being revealed at laparotomy or postmortems; the high mortality is a reflectionofthe aggressive localpathology and the delay in diagnosis. Ultrasound scanning shows a thick-walledand dilated gallbladder with no evidence of stones. These findings are nonspecific. The most reliable method of diagnosis is that of cholescintigraphy which has a reported diagnostic yield of greater than 90%4.
Histological examination shows the pathological changes of inflammation throughout the small arterioles of the gallbladder wall. The aetiology is unknown, although factor XII activation causing complement mediated endothelial damage is postulated'. Endotoxaemia, massive trauma and blood product transfusion are all thought to be among the activators. All, however, were absent in our patient.
Disruption of the blood supply to the gallbladder wall leads to ischaemia and necrosis with gangrene and eventual perforation. The difficulty and delay in diagnosis coupled with the presence of intraabdominal gangrene and biliary peritonitis leads to a high mortality if this condition is managed nonoperatively. Unlike calculous cholecystitis, the different and aggressive nature of the pathology of acalculous disease excludes any form of management other than excisional surgery.
The name 'acalculous cholecystitis' implies simply 'cholecystitis without stones' yet the aetiology and outcome are completely different from that of classical cholecystitis. We feel that the term 'necrotizing cholecystitis' describes more accurately the pathological process and indicates the necessity for early surgical intervention.
